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THE EPILEPTIC VOICE SIGN. 

By L. Pierce Clark, M.D. 

Dr. Clark presented a paper on changes in the voice occurring in 
epilepsy, comprising a study of the subject with E. W. Scripture, after 
the latter’s methods. The patient speaks into a mouth-piece connected 
with a small recording capsule that registers the vibrations on a rapidly 
revolving smoked drum or kymograph. On examining the records thus 
made and comparing them with records made by the normal voice, and 
with records made by voices of patients afflicted with other nervous and 
mental diseases (in which there is obvious voice defect), it was demon¬ 
strated that the voice records of the epileptic are distinctive and peculiar. 
On analysis it was shown that the melody proceeds by even steps or 
“ plateau speech,” as designated by Dr. Clark. There is a tendency to 
monotony. In the normal speech, Dr. Scripture has well shown, in his 
researches, that every vowel used has a rising and falling melody, or 
“unit circumflex,” very differently recorded on the kymograph. This 
voice defect of the epileptic develops with the disease. The more severe 
the epilepsy and the longer its duration, the more marked the voice sign. 
The sign is an expression of the underlying brain degeneration. It occurs 
in patients not treated by bromide and is found in all idiopathic cases in 
varying degree. It can be detected plainly by the ear, and is of diagnostic 
and prognostic value. 

THE EYE SYNDROME OF DEMENTIA PRfECOX 
By L. Pierce Clark, M.D. 

It is well known that dementia prsecox forms nearly one-fourth of all 
the asylum admissions and that next to paresis it has the most hopeless 
prognosis as regards cure. Kraepelin believes the vast majority of cases 
undergo an early mental death. Better prognosis ought to be obtained by 
a much earlier diagnosis. In most cases of dementia prtecox it is possi¬ 
ble to elicit a pre-asylum history of the disease for months or even years, 
during which the brain must be undergoing many irreparable alterations. 
In time it may be possible to make dementia prsecox as much an extra¬ 
asylum disease as paresis is now. Many cases of the disease are success¬ 
fully managed in their homes and out-clinics to-day. 

The real pathogenesis of dementia praecox would seem to depend in no 
small degree on physical causes. The evidence of its autotoxic character 
has steadily increased since Morro advanced the theory in 1900. Thus 
many of the urine studies show very defective elimination, fully one-half 
of the subjects die of tuberculosis. Certain toxic dermatoses, such as 
erythemata and vaso-motor paresis, seen in chronic intestinal putrefaction, 
occur most frequently in dementia praecox. Since additional facts are at 
hand, as shown in the co-existence of psychic excesses such as neuras¬ 
thenia and the like with states of autointoxication. Blood studies usually 
show a toxic state, especially in the katotonic form of this symptom- 
complex. 

Three years ago Dr. Clark enlisted the interest of Dr. Tyson in the 
study of the significance of the ocular signs and symptoms of dementia 
praacox in any efforts to make an earlier diagnosis possible. At that time 
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no detailed observation had been made upon the eye. They examined 
US consecutive cases from private practice, out-clinics and the metropolitan 
asylums. Definite changes were invariably found in all the cases. The 
fundus changes as seen clinically were divided into three stages or types, 
in the usual order of their occurrence. The first stage was one of con¬ 
gestion of the disks, hyperemia and edema, dilated veins, contracted 
arteries and blurring of the edges of the disks, all of varying degrees, 
constituting a low grade of perineuritis of the optic nerve. The second 
stage was one of congestion of the nasal side with pallor of disks, dilated 
veins and contracted arteries. The third stage was pallor of disks, dilated 
veins and contracted arteries, constituting aneurism and partial or complete 
atrophy of the optic nerve. The other signs completing the syndrome are 
enlarged pupils, negative sensory, psychic, and Piltz-Westphal reflexes, 
diminished corneal sensibility and concentrically contracted visual field. No 
other psychoses presented this eye syndrome. All forms of dementia 
prsecox were under study. The more rapid deteriorating form showed the 
syndrome more markedly. They believe a form of vascular toxin derived 
from the liver or gastrointestinal tract is the inciting factor in causing this 
psychosis. In many cases early and prompt treatment along hygienic lines 
brings about an arrest of the eye syndrome, but of course does not re¬ 
move the damage already suffered. This fact is in accord with the arrest 
seen in the mental symptoms. The eye syndrome which they first studied 
ought to prove of use in the early differential diagnosis of dementia 
praecox and to a certain extent in prognosis of this psychic disorder. 
Finally, the study is a contribution to the autotoxic character of the 
psychosis. 

Discussion. 

Dr. E. E. Southard, Boston, asked whether Dr. Clark regards the 
hypothetical brain change underlying the epilepsy as lying in the cortex or 
the medulla. 

Dr. Clark, in reply, said that he believed the epileptic voice change de¬ 
pends upon cortical disease. The voice sign is only one other expression 
of the epileptic state, such as the awkwardness of gait and other disorders 
of motility. • It is but a further contribution to rounding out the picture of 
the cortical disease entity of idiopathic epilepsy. 

Dr. William G. Spiller read a paper entitled: The Symptom-Complex 
of Occlusion of the Posterior Inferior Cerebellar Artery: Two Cases with 
Necropsy. (See this journal, p. 365.) 

Dr. Henry M. Thomas read a paper entitled: Thrombosis of Posterior 
Inferior Cerebellar Artery with Autopsy Revealing the Lesion in the 
Medulla. 

Reference to the two cases reported to the Association in 1896. 

Death in Case No. 2, two and a half years after onset, symptoms 
having remained stationary; autopsy refused. 

Case No. 3, man aged fifty-nine; long neurotic history. About one 
week before admission to the hospital, intense giddiness, pain in left side 
of face, difficulty in talking and swallowing, drooping of left eye, and 
weakness of left face. Examination showed an extremely ill man, with 
marked vascular, cardiac and renal involvement. Sensorium dull. Con¬ 
stant hiccough. Left pupil smaller than right. Slight left ptosis. Slight 
divergent squint of left eye. Dissociated sensory disturbance on left face, 
right arm, and leg. No sweating of left side of face. Death in four days. 
Autopsy, among much else, revealed thrombosis of left posterior inferior 
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cerebellar artery. Microscopical examination showed softened areas in 
lateral aspect of left side of medulla. No secondary degeneration could be 
determined. Reference to other clinical cases, and some remarks as to 
cerebral sympathetic control. 

These two papers were discussed jointly. 

Discussion. 

Dr. B. Sachs said he had been interested for some time in collecting 
in his neurological service unusual forms of apoplexy and among these he 
ha£ had particularly one case in which the diagnosis of thrombosis of the 
inferior cerebellar artery was made, which had been presented by Dr. 
Abrahamson before the New York Neurological Society a few months ago. 
First of all since we have heard of autopsies in these cases he wished to 
state that some of the cases suffering from these symptoms do survive the 
attack. The patient of whom Dr. Sachs spoke is in a much better condi¬ 
tion than he was a few months ago. He has practically recovered from 
the attack of unquestionable thrombosis of the inferior cerebellar artery. 
The agreement in the symptoms of this case with those of Dr. Thomas’ 
and Dr. Spider’s cases was very remarkable. In a man, 44 years of age, 
the attack came on without loss of consciousness, speech became slow and 
difficult, there was marked hoarseness, much mucus in the throat, and 
difficulty in deglutition. In the course of the illness other symptoms 
were noted: Anhydrosis of the left side of the face; herpes of trigeminal 
branches; weakness of the right half of body; ptosis of left lid; no hemi¬ 
anopsia. Dr. Sachs had the eye grounds examined at various times, and 
each examination showed slight optic neuritis, slight perivasculitis. 
Changes were probably due only to vascular disturbance; there was no 
suspicion at any time of any massive lesion, and such slight changes in the 
optic nerve one often sees after apoplectic seizures; the palpebral fissure 
on the left side was smaller, and there was distinct enophthalmos. This 
patient was unable to stand or walk alone, and staggered and fell to the 
left side on which this lesion was; the knee jerks were diminished, the 
left more than the right. The trifacial on the left side showed anesthesia 
and analgesia. There was paralysis of the vocal cord, and slight ataxia of 
the left hand. There was distinct hypertrophy of the heart with occasional 
intermittence of a beat or two. This was in association with nephritis. 
The atypical forms of apoplexy Dr. Sachs has seen have generally been 
in association with nephritis. There is increased tension. There is re¬ 
markable agreement in the symptom-complex, and recognition should be 
fairly early. The points on which diagnosis may be based are association 
of what we generally regard as cerebellar and medulla oblongata symp¬ 
toms, witn trigeminal or other cranial nerve symptoms coming on in acute 
or sub-acute fashion. 

Dr. A. R. Allen said in reference to his case that Dr. Spiller referred 
to in his remarks, it is a case also that did not terminate fatally. The 
patient was a man 54 years of age, for 30 years he used tobacco and alcohol 
to great excess, and had half a dozen or a dozen drinks of whiskey or beer 
a day. Last November following two days of general malaise, he awakened 
one morning, having gone to bed in a fairly normal condition the night 
before, unable to phonate, choking when he tried to swallow, and having 
a regurgitation of liquid through the nose. An interesting point about 
this case was that four days later he developed seventh nerve symptoms, 
.facial nerve palsy on the right side. There were no eye symptoms, and 
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the man slowly got better. He is now able to talk in a very hoarse whisper. 
If he tries hard phonation can be noticed. He told Dr. Allen, with a 
good deal of pride, that one night not very long ago he won a large jack 
pot and jumped up and said “ O.” He thinks, therefore, that his speech 
is coming back. A rather interesting thing about this case, and something 
that has attracted Dr.'Allen’s attention was a wide right palpebral fissure 
much wider than on the left. He might have been misled by that, except 
that he noticed the man was atypical in other parts of his body, and he 
asked for an old photograph, and was given one taken 10 years before, 
wherein the same condition of affairs prevailed. There was great wasting 
of the right trapezius muscle which had existed for a long time. Under¬ 
neath his left clavicle there was quite a marked swelling that was pulsating 
in character. 

Dr. Alfred Gordon said in reference to his case to which Dr. Spiller 
referred, the patient had a sudden loss of consciousness of several hours 
duration, which came on acutely. The patient presented symptoms re¬ 
ferable to cranial nerves, he presented from the beginning hemiasynergia, 
had gross syringomyelic disturbances covering half of the body, including 
face and scalp. The patient presented on several occasions a rise of tem¬ 
perature, had difficulty in swallowing, particularly in bringing the jaws 
together. The reason Dr. Gordon.diagnosed a hemorrhage in the medulla 
was because all the symptoms but one have almost entirely disappeared. 
What was striking about the case was the persistence of the syringomyelic 
disturbances on the opposite side. He saw the patient very recently and 
made a thorough examination and the only symptom that is present now 
is the syringomyelic phenomenon. While at the beginning the symptoms 
presented by the patient were in accord with the syndrome of thrombosis 
of the posterior inferior cerebellar artery it is difficult to accept entirely 
the diagnosis owing to the condition presented by the patient now. 

Dr. Dana said that Dr. Thomas and others had secured for us a pretty 
definite syndrome, illustrating the softening of a small part of the medulla. 
While it represented correctly the results of a blocking up of the inferior 
cerebellar artery, it should not be forgotten that there are quite a number 
of other combinations of symptoms which were produced by either more 
extensive softenings, or by the plugging of other portions of the arterial 
supply of the medulla. Sometime ago Dr. Dana had gone over the subject 
of the pons and medullary lesions and it seemed to him that one could 
rather roughly divide the symptom groups into three kinds: those which 
characterize the medullary softening, the pons softening and the pons 
medullary softening. It should be remembered that taken altogether there 
are more cases of softening of pons and medulla together than pons and 
medulla separately. The softening which involves both the pons and 
medulla represents a very large and complicated clinical picture. He did 
not find that there was any very clear-cut picture which represented a 
medullary softening, for the symptoms differ so much, according to the 
degree of softening. The pons symptoms on the other hand, are fairly 
typical. Either we get more characteristic eye symptoms and always the 
dissociated symptoms so that forms a rather more definite group. The 
pons-medullary symptoms are very serious and complicated and usually 
are fatal. 

Dr. Theodore Differ said that two years ago Dr. Walker and he made 
a study of apoplexies in unusual situations. Among other situations they 
located one apoplexy in the pons and another in the cuneus. This second 
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case was that of a priest. One day while standing in front of a door 
watching the children at play, he was seized with a certain amount of 
dizziness and mental confusion but did not fall or lose consciousness and 
continued at his work; and he found that he was not able to see objects 
to the right and supposed he was blind in the right eye. He suf¬ 
fered no other inconvenience, but examination showed the presence of 
homonymous hemianopsia, which persisted. 

Dr. Diller also related a case of hemorrhage into the pons which he 
was able to diagnose ante mortem only a short time ago on the teaching 
that Dr. Dana has laid down. The patient suffered a hemiplegia and had 
very small pupils and high temperature. The autopsy showed a very 
large hemorrhage over the region of the pons. 

Coming to the subject immediately under discussion, he has seen 
three or four cases of the sort described to-day. In one patient that he saw 
only recently, the symptoms corresponded pretty closely to those related 
by Dr. Spiller and Dr. Thomas. The case was that of a large, burly 
colored man, about 45 or so years of age, who was at work doing plaster¬ 
ing one day; and he was suddenly seized with great dizziness and vomiting 
and some headache. But he did not lose consciousness . He was brought 
to the hospital. He remained there for a number of weeks and the vertigo 
and uncertainty in gait persisted as very constant symptoms. The patient 
complained piteously of them and was incapacitated for labor by them. 
There was also a fifth nerve involvement. 

Dr. Charles E. Beevor said that as far as he knew they do not come 
across cases in England giving the exact symptoms described by the two 
readers of the papers. He has never come across an exactly similar case. 
He had a case of loss of sensation of the fifth and crossed sensation of the 
rest of the body and limbs. The patient did not die and the findings 
could not be verified. He has seen a case of paralysis of the soft palate 
and inability to swallow and that case also recovered. He was much 
interested in regard to the question of the soft palate because years ago 
when he was a student he was taught that the soft palate was supplied 
by the facial nerve. Some years ago with Sir Victor Horsley he stimu¬ 
lated the cranial nerves in the monkey and found no movement of the 
soft palate from the facial nerve, but got it by stimulation of the accessory 
to the vagus. Therefore it was interesting to have their findings con¬ 
firmed by clinical work. 

In regard to the injection of the arteries he was glad to hear of the 
injection of the cerebellar arteries. He left these out. He thought five 
arteries enough to deal with at one time and therefore to exclude further 
difficulty he purposely excluded the cerebellar supply. 

Dr. D.. J. McCarthy, Philadelphia, thought that what Dr. Thomas 
called attention to should be borne in mind, the wide variation in the 
branches given off by the posterior portion of the circle of Willis. In 
fifteen brains recently examined four showed anomalies of the circle of 
Willis. Another factor is that next to the middle cerebral, the basilar 
and the branches coming off from the basilar are most frequently affected 
by thrombotic conditions. 

Dr. Dana called attention to the fact that it is not only one group of 
symptoms but varied groups of symptoms which result from thrombotic 
obstruction of the pons and medulla. In a case in which the lesion of the 
medulla was produced by an obstruction of one of the branches high up, 
from the anterior spinal artery, the only symptoms produced were a com- 
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plete quadraplegia with complete loss of muscular sense, but without loss 
of sensation. There was involvement of the median lemniscus on that 
side. As far as he could determine secondary degeneration did not go 
above the thalamus. 

Dr. Spiller, in closing, said that headache was not prominent in his 
two cases. In some of the cases reported in the literature pain was 
present in the areas of disturbed sensation. The vertebral artery is involved 
in a certain number of these cases. If the thrombus extends into the 
basilar artery the clinical picture is different and this fact should be borne 
in mind. In Dr. Spider’s second case the left vertebral artery was throm¬ 
botic and much larger than the right. It is difficult when a patient dies 
soon after the symptoms develop to determine whetfier the thrombus was 
formed before death, at the time of death, or a little later. There are not 
likely to be distinct symptoms from involvement of the cerebellum. The 
posterior inferior cerebellar artery is often absent on the right side as 
Dr. Spiller has observed in a number of examinations. Unquestionably 
recovery occurs. Dr. McCarthy’s case Dr. Spiller studied during life; 
it presented an entirely different symptom complex and was the comple¬ 
ment of the symptom-complex he described, inasmuch as another vascular 
distribution was affected, causing involvement of the anterior pyramids and 
the lemniscus. If we bear in mind the symptom group of occlusion of the 
posterior inferior cerebellar artery we can make the diagnosis without 
difficulty, so striking is it. A man without complaining previously, is 
suddenly attacked, he may become unconscious but usually does not, has 
no paralysis or at most temporary paralysis of the limbs of one side, is 
unable to swallow from that moment, speaks only in. a whisper and may 
have syringomyelic disturbances in the face on the side of the lesion and 
in the limbs of the opposite side. If the descending root of the fifth 
nerve escape there will be fewer sensory symptoms. We need not hesitate 
to make a diagnosis with such symptoms. 

Dr. Thomas agreed with Dr. Spiller’s remarks; he thought when 
one could collect both with autopsy and without some 30 cases which 
show this sharp-cut symptomatology the entity is real, and he would be 
much obliged if Dr. Dana would give references in which the artery was 
occluded with diffuse areas of softening. 

{To be continued ) 



